Late postpartum eclampsia is defined as the onset of a seizure more than 48 hours after delivery. Posterior reversible encephalopathy syndrome (PRES) is a clinical-radiological entity characterized by clinical manifestations such as seizures, headaches, visual disturbances, altered mental status, and characteristic magnetic resonance imaging findings, including sub-cortical vasogenic edema at the bilateral parietal and occipital lobes. Late postpartum eclampsia concurrent with PRES is rare, and not always preceded by preeclampsia before delivery. We report the case of a 26-year-old woman who developed PRES with late postpartum eclampsia 5 days after cesarean delivery but did not have hypertensive disease during pregnancy.
Introduction
Preeclampsia is defined as de novo hypertension developing after 20 weeks of gestation combined with one or more of the following new-onset conditions: proteinuria (spot urine protein/creatinine ≥0.3 mg/mg or ≥300 mg/day or at least 1 g/L ['2+'] on dipstick testing), other maternal organ dysfunction such as renal insufficiency, liver involvement, neurological or hematological complications, and uteroplacental dysfunction. 1 Eclampsia is defined as the occurrence of a seizure with preeclampsia. Preeclampsia and eclampsia usually occur between 20 weeks of gestation and 48 hours postpartum. Late postpartum eclampsia (LPE) comprises eclamptic events that develop more than 48 hours postpartum. 2 Posterior reversible encephalopathy syndrome (PRES) was first described by Hinchey et al. 3 in 1996. It is a rare and reversible neurological entity, characterized by clinical manifestations such as seizures, headaches, visual disturbances, altered mental status, and characteristic neuroimaging features. 4 Magnetic resonance imaging (MRI) of PRES shows bilateral and symmetrical vasogenic edema involving cortical and sub-cortical lesions at the bilateral parietal and occipital lobes; however, some patients present with atypical distributions, such as in the anterior cerebral lobes, cerebellum, basal ganglia, and brain stem. [5] [6] [7] [8] [9] Various conditions and predisposing factors are associated with PRES, with the most common being hypertension and preeclampsia/eclampsia. 10 Recent studies have shown that almost all patients with eclampsia also develop PRES. 11 LPE concurrent with PRES is uncommon, and the exact prevalence is unknown. However, a recent study suggested it could be more common than expected. 12 Unfortunately, most obstetricians have a limited awareness of this entity. Because early recognition and treatment are important to the outcome of PRES, clinicians should become familiar with the prodromal symptoms and clinical-radiological presentation. Misdiagnosis and delayed treatment may cause irreversible brain damage or even death. We report a rare case of PRES that developed with late postpartum eclampsia 5 days after cesarean delivery. Perinatology Discussion LPE is distinguished from early postpartum eclampsia by its onset, which occurs more than 48 hours after childbirth. PRES associated with LPE is rare and can be easily misdiagnosed because of delayed onset and an atypical clinical presentation.
The differential diagnosis for frequent convulsions during the puerperal period includes ischemic stroke, encephalitis, meningitis, Hashimoto's encephalopathy, mitochondrial encephalopathy, electrolyte or endocrine disturbances, vasculitis, inflam matory demyelinating disease, and neoplastic diseases. 13 Labo ratory tests, cerebrospinal fluid examinations, reversal of the brain MRI features following treatment, and good outcomes exclude the aforementioned differential diagnoses. In this case, the pa tient presented with LPE 5 days after delivery. She did not have preeclampsia before delivery. The initial evaluation in the second day after admission, the patient experienced one more generalized tonic-clonic seizure. Soon after resolution of the seizures, while the patient was regaining consciousness, she reported left-side visual field symptoms (anopsia). Elevated blood pressure was recurrently measured. She experienced one more seizure. Magnesium sulfate and antihypertensive therapy for hypertension were administered after it was determined that she had LPE. Magnesium sulfate was started with a 4-g intravenous bolus, followed by a continuous drip of 1 g/hour to relieve eclamptic symptoms. Blood pressure normalized and symptoms subsided markedly over the course of the following days. On day 10 after admission, she was discharged home with improvements in symptoms and signs. Follow-up brain MRI performed after 3 months showed markedly decreased lesions (Fig. 2) , and her blood pressure was normal. 
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